Varicella zoster virus DNA in mononuclear cells was studied by the polymerase chain reaction to obtain virological evidence of reactivation in the children who had contracted chickenpox in infancy. The results appear to explain why chickenpox in infancy is a risk factor for herpes zoster in immunocompetent children. (Arch Dis Child 1995; 73: 162-163 
Varicella zoster virus causes chickenpox as primary infection; it can later be reactivated, causing herpes zoster. Based on lymphoproliferative assay studies of immunocompromised patientsl 2 and elderly subjects,3 the mechanism of this reactivation is thought to be a deficiency in specific cellular immunity. However, the causes of herpes zoster in immunocompetent children remain unclear.
Chickenpox in infancy is a risk factor for herpes zoster in healthy children.4 5 A low response of specific immunity after chickenpox in infancy has been reported, and thereafter subclinical reactivation in the form of significant changes in specific humoral and/or cellular immunity was observed. 6 To obtain virological evidence for the viral reactivation described above, we zoster virus gene 31. The sequences of the outer8 and inner primers were 5'-GAGGAAGTTGAAGCCAGATC-3' and 5 '-CTTCCAGTTCCAACCAACCG-3 ', 5 '-TCCAACCAACCGTTAAATGA-3' (57877-57897) and 5'-TTGAAGCCAGAT-CAATATTC-3' (57663-57683), respectively. After electrophoresis on a 2-5% agarose gel, a band of 235 base pairs was seen when samples contained varicella zoster virus DNA. We confirmed that some of the band can be hybridised with the inner probe by Southern blot.8
Results
The varicella zoster virus DNA sequences were detected in 21 (77-8%) of 27 children in the acute phase of chickenpox. Six of these had contracted chickenpox at <1 year old and all six were positive for the PCR. When blood samples were drawn at five weeks to 62-5 months after the onset, five (45%) of 11 children who had contracted chickenpox at <1 year old were positive on at least one sample for the PCR, whereas none of the 12 children who had contracted it at > 1 year old were positive (p<002, Fisher's test; table 1). The longest period between the onset of chickenpox and the time blood was drawn among the positive samples was 3 years and 10 months. Six (35%) of the 17 patients with malignancy during maintenance treatment were positive for the PCR (table 2) . The healthy subjects with a positive PCR at least five weeks after the onset were not recognised as having herpes zoster or 12 Ozaki et al reported that detection of varicella zoster virus DNA in PBMCs decreased with time and was undetectable after 15 days from the onset.'3 Our preliminary experiment (data not shown) showed that the latest detection was at day 14 and day 21 after chickenpox in the children who had contracted chickenpox at : 1 year and at <1 year of age, respectively. Therefore, we think that the positive PCR in the normal children at five or more weeks after the onset suggests subclinical reactivation of the virus rather than chronic infection in PBMCs after acute infection. This virological evidence of viral reactivation in children who had contracted chickenpox in the first year of life appears to explain why chickenpox in infancy is a risk factor for herpes zoster in normal children. 
